neurological deficits in sensitivity and motility remains slow and only partial to date (2 years after the operation). The association of avascular osteonecrosis and steroid therapy in renal transplant recipients was recognised years ago. Its prevalence varies considerably among transplant centers but is generally around 10% [1] . It is generally accepted that the keystone to the development of avascular osteonecrosis is the cumulative dose of steroid [2] . Nevertheless, reported series using immunosuppression with cyclosporin A and lower steroid doses have evidenced a sharp decrease in this complication [3, 4] . With established osteonecrosis, conservative management, including the veto on weight-bearing, only controls the symptoms in around 50% patients; the rest should preferable undergo surgery, generally joint replacement [5, 6] . The poor compliance to non-weight-bearing in our patient and, perhaps, the delay in surgery were obviously the factors that governed the progress of hip destruction, retroemigration of necrotic material, and the severe injury to the sciatic nerve due to compression and dislocation by the emigrated mass. We have found no reports of similar complications in transplanted patients. Several similar cases of sciatic nerve injury due to the cement used in hip replacement in nontransplanted patients have been described [7] . The neurological improvement in such cases depended on the time elapsed until sciatic neurolysis. We conclude that when avascular osteonecrosis appears in a transplanted patient, surgery should not be delayed too much, especially in patients whose compliance to rest cannot be expected.
